Mad honey poisoning which is induced by Grayanotoxin (Andromedotoxin), is also known to have adverse effects in the cardiovascular system leading to different clinical entities. This toxin is produced by a member of the Rhododendron genus of plants of two R. Luteum and R. Panticum. In this article, we presented a case of slow ventricular response atrial fibrillation complaints with nausea, vomiting, dizziness and chest pain about an hour after eating honey produced in the Black Sea Region.
INTRODUCTION
Known as mad honey among the Turkish people and produced in Turkey in the Black Sea region from R. Luteum and R. Panticum's nectar is known to cause severe cardiovascular side effects as well as gastrointestinal symptoms. [1, 2] Grayanotoksin (andromedotoksin), which is produced by the genus Rhododendron plants is responsible for toxicity. [1] [2] [3] After ingestion of honey, symptoms suddenly starts and termination of symptoms seldom pass 24 hours. [1] [2] [3] In this article, we presented a case of slow ventricular response atrial fibrillation complaints with nausea, vomiting, dizziness and chest pain about an hour after eating honey produced in the Black Sea Region.
CASE REPORT
54 year-old male patient presented to our emergency is probably associated with mad honey poisoning. Parenteral hydration with normal saline was provided. 1 mg of intravenous (IV) atropine was administered. After initial treatment, blood pressure and pulse rate remained within the normal range. The control ECG returned to normal sinus rhythm [ Figure 2 ]. Routine laboratory tests, including serum potassium and magnesium level were normal, and cardiac enzymes were not elevated. Echocardiographic examination revealed normal systolic function with no significant valvular disease. Because of intermittent recurrent chest pain, coronary angiography was performed and showed normal coronary arteries. The patient was discharged after 48 hours uneventfully.
DISCUSSION
Mad honey poisoning is more frequently seen in worldwide countries like Turkey, Nepal, Brazil and Japan. [1] [2] [3] [4] The honey which was produced from Rhododendron genus of plants, is known to have high concentrations of Grayanotoxin and this toxins are responsible for the symptoms of poisining. [1] This honey is also used as an alternative treatment method for gastrointestinal disorders, hypertension, coronary heart disease and also is believed that sexual activity can improve with this honey. [2] Typical symptoms of mad honey poisoning are usually gastrointestinal system symptoms, sometimes life-threatening bradycardia and hypotension may occur. [2] [3] [4] [5] The main toxin responsible for the cardiac effects of mad honey poisoning was GT-I. In addition, the GT-II is capable of spontaneous pulse inhibition on sinoatrial node. [6] Grayanotoxin shows the effect of binding to sodium channels in cell membranes, increases the permeability of sodium channels in the cell membranes, as a result depolarization time will get longer. [7] Continuous action of sodium channels reduce the depolarization, this condition leads to sinus node dysfunction. [7] The most common effects of mad honey are gastrointestinal system symptoms, but bradyarrhythmias and hypotension can also be observed. Except for bradyarrhythmias and hypotension, sweating, dizziness, altered consciousness, syncope, diplopia, blurred vision, hypersalivation are less common side effects. [2] [3] [4] [5] 8] Atrial fibrillation, [9, 10] myocardial infarction, [11] and complete AV block [12] due to the mad honey intoxication have been reported in the literature. Electrocardiographic monitoring, intravenous saline infusion and supportive care consisting of treatment with atropine is sufficient to remedy the symptoms of patients suffering mad honey poisoning. [2] [3] [4] [5] In our case, the signs of toxicity was observed approximately one hour after ingestion of honey,. As well as nausea, vomiting and dizziness, myocardial infarction was brought to mind on differential diagnosis because of chest pain. However, the ECG was unremarkable except for the slow ventricular response atrial fibrillation, the enzyme was normal in follow-up, echocardiographic and angiographic examination was normal, therefore, we ruled out probable myocardial infarction. Rapid saline infusion applied to the patient and normal sinus rhythm was restored after 1 mg atropine and during follow-up for 48 hours, no complications were occurred.
CONCLUSION
Mad honey poisoning may be presented with unexplained bradycardia, hypotension, and non spesific electrocardiographic changes including ryhthm disorders can be observed during the poisoning. In the differential diagnosis, mad honey poisoning should be kept in mind. Bradycardia and very rarely slow ventricular response atrial fibrillation can be observed due to the ingestion of mad honey as in our case.
